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June Supplement 201022S Abstractsforms. Radial and Ulnar flow was observed for direction,
completeness of the digital arch, and Doppler Allen tests.
Results: BRACHIAL ARTERY ABNORMALITIES;
SEVERE ATHEROMA 10 14%; SMALL ARTERY 3 4%
ANOMALIES 5 7%; high bifurcation 4 5%; low bifurcation
1 1%; BIFURCATION ATHEROMA 2 3%; PROXIMAL
ULNAR 1 1%; PROXIMAL RADIAL 4 5%; RADIAL
ARTERY ABNORMALITIES; ATHEROMA AND
SHADOWING 9 12% DISCONTINUITY 1 1%; SMALL
ARTERY 5 7%; EXCISED 1 1%; INCOMPLETE DIGI-
TAL ARCH 12 16%. Information to adjust the location of
the anastamosis was obtained in 15%. In 27% concern for
possible steal was noted. For Brachial artery anomalies (7%)
the contralateral arm was used.
Conclusions: A more comprehensive arterial evalua-
tion prior to Dialysis Access Surgery can uncover arterial
problems that could lead to failure of the surgery. Most of
these problems can be adressed by a change in location of
the access or using the other arm.
Author Disclosures: J. Tiefenbrun: Nothing to disclose.
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PS2.
Protein Kinase C-delta Contributes to the Develop-
ment of Abdominal Aortic Aneurysm Through Stimu-
lation of Apoptosis and Inflammation
Dai Yamanouchi, Stephanie Morgan, Justin Lengfeld, K.
Craig Kent, Bo Liu. Surgery, University of WisconsinMad-
ison, Madison, WI
Objectives: We have previously reported that Protein
kinase C-delta (PKC), a mediator of apoptosis, is signifi-
cantly upregulated in human abdominal aortic aneurysm
(AAA) vessel walls. In the present study, we tested the effect
of PKC gene deficiency on aneurysm development in
mice.
Methods: AAAwas induced by Angiotensin II (AngII)
in ApoE knock-out (KO) mice or by calcium chloride
(CaCl2) in C57BL/6 mice, PKC KO mice and their wild
type (WT) littermates.
Results: Compared to the normal aortic wall, PKC
expression was markedly elevated within 3 to 7 days in both
AngII andCaCl2 inducedAAAs accompanied by apoptosis of
smooth muscle cells (SMCs) and increased expression of
Monocyte Chemoattractant Protein-1 (MCP-1). CaCl2 in-
duced AAA formation was significantly suppressed in PKC
KOmice compared to theirWT littermate (1.13 v.s. 1.79 fold
increase in diameter, p  0.01, n  5, Figure 1). Apoptosis,
MCP-1 expression and macrophage infiltration was attenu-
ated in the aortic wall of PKC KO mice. PKC KO SMCs,
isolated from the aorta, were resistant to apoptosis and
showed profound impairment in TNF- induced MCP-1
production compared toWT SMCs (31.0 2.7 v.s. 646.1
177.1 pg/mL, p 0.01, n 3).
Conclusions: These findings suggest that PKC con-
tributes to AAA formation through the stimulation ofapoptosis and inflammation and may be a potential target
for future therapies.
Author Disclosures: K. Kent: Nothing to disclose; J.
Lengfeld: Nothing to disclose; B. Liu: Nothing to dis-
close; S. Morgan: Nothing to disclose; D. Yamanouchi:
Nothing to disclose.
PS4.
Continued Expansion of EVAR for Intact and Rup-
tured Abdominal Aortic Aneurysm in the Medicare
Population 1995-2008
Teviah Sachs1, Bruce Landon2, Frank Pomposelli1,
Philip Cotterill3, James O’Malley2, Marc L. Schermer-
horn1. 1Beth Israel Deaconess Medical Center, Boston,
MA; 2Harvard Medical School, Department of Health
Policy, Boston, MA; 3Centers for Medicare and Medic-
aid Services, Baltimore, MD
Objectives: To assess trends in open and endovascular
repair (EVAR) of intact abdominal aortic aneurysm (iAAA)
and ruptured (rAAA) in the Medicare population.
Methods: We identified all Medicare beneficiaries with
a diagnosis of AAA who either underwent repair, or had a
primary diagnosis of rupture (1995-2008). We evaluated
trends in type of repair (open vs EVAR), presentation
(iAAA vs rAAA), and 30-day mortality. Time trends were
analyzed using regression models & associated statistical
tests.
